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Introduction sensation. There was no neurological deficit and the
rest of the physical examination was normal. The
patient was started on systemic heparin.Ergotism, first recognised in 1670, was caused by
The ECG and the echocardiogram were normal.ingesting bread or cereal contaminated with the fungus
Angiogram of the right upper limb revealed an oc-Claviceps purpurea. The severe ergot-induced arterial
cluded segment of the axillary artery, measuring 7 cmspasm led to gangrenous extremities; blackened like
in length, and another occlusion at the brachial arterycharcoal, the limbs were said to be consumed by the
bifurcation (Fig. 1A). Arteriogram of the abdominalHoly Fire.
aorta and the lower limbs showed normal aorta andPresently, the ergot alkaloids are used phar-
common iliac arteries. In the lower limb arteries, how-macologically as oxytocics for the contraction of atonic
ever, there was bilateral progressive narrowing fromuterine muscle in post-partum haemorrhage, pressor
the external iliacs down to the popliteal arteries. Fur-agents for postural hypotension, and in the treatment
thermore, there was segmental occlusion of the pop-of migraine headaches. Iatrogenic ergotism can result
liteal trifurcation and lack of adequate filling of thefrom its excessive intake and it is a rare but still
tibial vessels (Fig. 2A).existent aetiology of arterial insufficiency to be kept
Upon questioning the patient further, he informedin mind.
us that for the past fifteen years he had been consuming
up to six tablets of CafergotÌ daily, to control his
migraine headaches. He also stated that, one month
Case Report prior to the present admission, he developed a perianal
abscess which required surgical drainage and the ad-
A 39-year-old man presented four days after onset of ministration of 500 mg erythromycin propionate for
severe pain and numbness in his right hand and three weeks. Based on the above findings, the diagnosis
both lower limbs. Except for a history of smoking, 25 of severe vasospasm related to chronic ergotism, pre-
cigarettes per day for twenty years, his past medical cipitated by the recent ingestion of macrolide anti-
history was essentially negative for any cardiovascular biotics, was made.
risk factors. Volume expansion as well as intravenous admin-
The patient had normal vital signs and regular heart istration of heparin, and pentoxyphylline were under-
beats. He had absent brachial and radial pulses in the taken. CafergotÌ was discontinued. Calcium channel
right upper extremity, normal pulses in the left upper and alpha-1 adrenergic receptor blockers were given
extremity and diminished femoral pulses. The pop- to relieve arterial spasm. During the first 48 hours,
liteal, pedal, and posterior-tibial pulses were absent the patient suffered severe agitation, associated with
bilaterally. The feet, legs, right forearm and hand felt tremors of his upper limbs. In adition, he presented
cool, appeared pale, and had a significant decrease in visual and auditory hallucinations requiring sig-
nificant sedation and anti-hallucinatory drugs. Four
days after admission, symptoms improved (pain, cool-* Please address all correspondence to: B. Karam, Department of
Cardiovascular Surgery, Hoˆtel-Dieu de France, Beirut, Lebanon. ness of extremities and paraesthesia) and at the end
1078–5884/00/010096+03 $35.00/0 Ó 2000 Harcourt Publishers Ltd.
Ergotism Precipitated by Erythromycin 97
(B)
(A)
Fig. 1. (A) Right upper limb angiogram shows segmental narrowing of the axillary artery and complete occlusion of the brachial artery.
(B) Follow-up angiogram showing normal axillary and brachial arteries.
(B)(A)
Fig. 2. (A) Aortogram shows diffuse and bilateral vasospasm of the external iliac, common and superficial femoral and popliteal arteries.
(B) Follow-up angiogram showing normal aortoiliac and femoropopliteal arteries.
of the first week peripheral pulses and limb sensation Discussion
became normal.
A follow-up angiogram of the right upper limb and The ergot alkaloids can all be considered to be de-
rivative of the tetracyclic compound 6-methylergoline;both lower limbs revealed normal arterial anatomy
(Fig. 1B, 2B). The patient was discharged free of all the natural alkaloid of therapeutic interest is an amide
derivative of d-lysergic acid. They exert arterial andresidual ischaemic symptoms, except for ischaemic
neuropathy in the right median nerve territory. He venous constriction by stimulating the alpha receptors
in the vessel wall. Another reported contributorywas instructed to refrain from smoking and the intake
of CafergotÌ. mechanism, though poorly understood, is a direct
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toxic damage to the capillary endothelium by ergot representing small arterial thrombi. Besides the vas-
alkaloids. cular symptoms, ergotism presents with neurological
Ergotism may appear with neurological, gastro- manifestations involving the central nervous system,
intestinal, or vascular symptoms, and occurs most such as psychotic disturbances, hallucination, agitation
commonly in patients under treatment for migraine and delirium. Our patient developed this complication
headaches. In our patient the effect of ergotism on and required anti-psychotic drug therapy for a few
vasospasm was caused by the ingestion of six tablets days. The treatment of ergotism continues to be em-
of CafergotÌ daily over fifteen years, and was probably pirical. The general recommendation is to use volume
precipitated by the additional intake of erythromycin. expanders and to discontinue ergot derivatives and
The recommended maximum dose of ergotamine tart- other vasoconstrictive drugs.1 Some authors have re-
rate by mouth is 6 mg per attack, not to exceed 10 mg commended the use of systemic anticoagulants and
per week, although there is tremendous variability in vasodilators, such as nitroglycerin or calcium channel
ergot tolerance amongst patients. The question remains blockers, with variable success rates.4 In patients pre-
why should a patient, who tolerated large doses of senting with advanced limb-threatening ischaemia, the
ergotamine for fifteen years, suddenly develop symp- use of thrombolytic agents, percutaneous transluminal
toms of intoxication? Many conditions can potentiate angioplasty and surgical sympathectomy have been
the vasoactive effect of ergotamine, such as heavy reported.5 In our patient, the discontinuation of Cafer-
smoking, Raynaud’s disease, Buerger’s disease, and gotÌ and the combination of volume expansion, anti-
peripheral atherosclerotic vascular disease.1 Pre-ex- coagulation and vasodilatation resulted in progressive
isting conditions that interfere with ergotamine meta- clinical improvement within four days. There was
bolism, such as hepatic or renal disease, or chronic complete reversal of the arterial vasospasm, as docu-
alcoholism, can enhance its vasoactive side-effects.2 mented by follow-up angiography.
Some drugs, such as xanthine derivatives (caffeine and In conclusion, although ergotism is rare, physicians
theophylline), can enhance the vasoactive complica- and surgeons should include this condition in the
tions of ergotamine by increasing its rate of intestinal differential diagnosis of patients presenting with acute
absorption.1 Finally, drugs like the macrolide anti- limb ischaemia, particularly those with a history of
biotics, by inhibiting the hepatic cytochrome P-450, migraine.
can increase the plasma level of ergot alkaloids and
precipitate acute arterial vasospasm.3 We believe that
this was the mechanism that precipitated the acute
Referencesvasospasm in our patient.
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prominent collateral vessels bridging the spastic ves-
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